In this study we present further data on case JB who developed memory impairment following a ruptured aneurysm of the anterior communicating artery which resulted in damage centered on the frontal cortex. The data reveal that JB's memory impairment is characterized by a recall impairment in which intrusion rates are abnormally high and a recognition deficit characterized by an exceptionally high false alarm rates. A comparison is made between this case and other recent cases involving impairments with a similar etiology. Theoretical interpretations of JB's deficit are also considered.
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It is now well established that memory impairment is a significant and regularly observed feature in patients who have suffered ruptured aneurysms of the anterior communicating artery (ACoA; Parkin & Leng, 1993) . The nature of this deficit has attracted considerable interest because it is qualitatively dissimilar from that encountered in patients with the amnesic syndrome. From a review of existing cases, Parkin and Leng (1993) concluded that the modal form of memory impairment following ruptured ACoA aneurysm was a disproportionate impairment of recall relative to recognition (see for example, Volpe & Hirst, 1983 )-this contrasts with studies of the full-
